A patient with a corrected coarctation of the aorta subsequently developed infective endocarditis on a congenital bicuspid aortic valve. Resolution of the radiographic bone changes of hypertrophic pulmonary osteoarthropathy was demonstrated following treatment of the infection.
Introduction
Finger clubbing is a common feature of subacute infective endocarditis (Hayward, 1960) but it is rarely associated with the painful arthropathy and periostitis of hypertrophic pulmonary osteoarthropathy (HPOA).
A case is reported which demonstrates the resolution of the periosteal new bone formation after treatment of the endocarditis. March 1979 finger clubbing was no longer present, and an X-ray of the distal tibia (Fig. 2b) showed total resolution of the subperiosteal bone changes.
Discussion
This case demonstrates the natural history of a patient with a corrected coarctation of the aorta and an associated bicuspid aortic valve. The bicuspid valve was the site of subacute infective endocarditis with resultant myocardial abscess formation causing heart block by involvement of the conducting tissue, valvular disruption and left ventricular failure. group.bmj.com on June 30, 2017 -Published by http://pmj.bmj.com/ Downloaded from even though it was not possible to identify the causative organism.
The HPOA described in this case was atypical as there was no painful arthropathy (Holling and Brodey, 1961) . In most of the published reports HPOA is a complication of intrathoracic tumours or sepsis and the authors were unable to find a report of this condition associated with subacute infective endocarditis. Finger clubbing is known to resolve following excision of thoracic tumours or following section of the vagus nerve (Flavell, 1956; Rosenthall and Kirsch, 1976) and following withdrawal of a causative agent (Silk, Gibson and Murray, 1975) . It also resolves with treatment of subacute infective endocarditis and, in the case presented, regression of the abnormal periosteal bone was also noted.
The aetiology of HPOA is not known but there are 3 theories. The resolution noted with vagal nerve section and thoracotomy is given as evidence that the vagus or intercostal nerves are an afferent pathway from the pulmonary focus. There is no described efferent pathway (Flavell, 1956 ). Circulating agents capable of inducing HPOA that are normally degraded in the pulmonary circulation are proposed to have a peripheral action because of the lack of inactivation in this condition or to pass through arterio-venous connections (Marie, 1890) . The final theory which also has little experimental support is that it is due to increased peripheral blood flow (Holling and Brodey, 1961) . It is very difficult to apply any of these theories to endocarditis, as there is no specific pulmonary lesion or arteriovenous communications and the cardiac output is likely to be normal or reduced.
